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Mechanism of Action of the Exercise Hormone Irisin in Alzheimer’s Disease
WEI Tao
(College of Physical Education, Yangzhou University, Yangzhou Jiangsu, 225009)

Abstract; Alzheimer’s disease is a common neurodegenerative disorder characterised by progressive decline in cognitive function and
memory. Regular participation in physical activity is known to have a positive impact on the brain, help prevent age-related dementia
and slow down the progression of Alzheimer’s disease. However, some dementia patients are unable to engage in regular physical activ-
ity due to age and physical limitations. Therefore, pharmacological agents that mimic the effects of exercise become a potential thera-
peutic option. Irisin is an exercise-related hormone with important roles in the regulation of energy metabolism, inflammatory response,
and synaptic plasticity. This review systematically reviews the mechanism of action of irisin in AD pathology and explores its potential
to replace conventional exercise therapy. The results suggest that irisin enhances learning memory by inducing the production of brain—
derived neurotrophic factor, protects the nervous system by modulating the activation of immune cells, and ameliorates insulin resis-
tance to reduce AD symptoms. In conclusion, it believe that irisin is a potential target for preventing the onset of AD and ameliorating
AD pathology in the future.
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